The case of a 38-year-old female who suffered a cerebral embolism from a free left atrial thrombus is reported.
GNAT, ET AL. thrombus whereas that of the mitral valve revealed diffuse hyalinization, focal areas of vascularization and inflammatory reaction.
The patient was subsequently discharged in a satisfactory condition with the recommendation to continue treatment with coumadin.
DISCUSSION
Of interest are two features of the presented case of cerebral embolism secondary to a huge free thrombus in the left atrium: a) suggestive evidence of associated acute myocardial infarction, b) the unusually slow rate of atrial flutter transiently developing in the course of atrial fibrillation.
Cases of cerebrovascular accident4),5) or of acute craniocerebral injury1),2)6) which displayed a clinical picture suggesting or simulating an AMI, including a rise of serum enzymes have rarely been reported. Some of these were in older patients so that isoenzyme rises might have represented a true accompanying AMI caused by coexisting coronary artery disease.7) Another group of these patients comprises those who exhibit electrocardiographic changes and elevation of serum enzymes, in the absence of a rise in CK-MB, as a direct consequence of cerebral insult.4),8) Finally, the third subset of patients, including our case, demonstrates evolutionary ECG changes associated with a rise in serum cardiac enzymes indicating the development of myocardial damage, yet, without any evidence of myocardial infarction.7),9) It is thought that the "catecholamine storm" coupled with release of norepinephrine at cardiac beta1 receptor sites is responsible for the myocardial damage.2),10) Atrioventricular and intraatrial conduction disturbances were evidenced in our case by 2:1 AV conduction accompanying a very slow atrial flutter (162/min) immediately following the cerebrovascular accident and persisting for several hours before reverting to atrial fibrillation.
In a retrospective study correlating the site of cerebrovascular hemorrhage in 65 patients with ECG abnormalities, Yamour et al3) found first-degree AV block in only 3 patients having basal ganglia or occipital hemorrhage. Mobitz type II AV block has been reported in a patient with subarachnoid hemorrhage simulating acute inferior myocardial infarction. 4) Common atrial flutter, type I, has a spontaneous rate which may be as low as 230/min, although antiarrhythmic drugs such as quinidine and amiodarone may reduce the rate to the range of 200/min.11) Yet, the herein described patient was receiving no antiarrhythmic drug at the time of the cerebral embolism or the arrhythmia.
Thus, the extreme slowness of atrial flutter here must have been a result of the cerebrovascular accident presumably leading via neurohumoral effects to a prolongation of the refractory period within the atrial circuit. The atrial activation during flutter proceeded very slowly forwards and up toward the left arm, and rapidly backwards and down to the right.
